Social disruption (SDR) is a well-characterized mouse stressor that causes changes in immune cell reactivity in response to inflammatory stimuli. In this study, we found that SDR in the absence of an immune challenge induced pulmonary inflammation and increased pulmonary myeloperoxidase activity. The percentage of neutrophils within the lungs increased 2-fold after social disruption. Monocyte accumulation in the lungs was also significantly increased. In addition, SDR increased the percentage of neutrophils that expressed CD11b, indicating that more neutrophils were in an activated state. In the lungs, we observed an increased level of the inflammatory cytokine, IL-1b, as well as higher levels of KC/CXCL1, MIP-2/CXCL2, and MCP-1/CCL2, which are chemokines responsible for neutrophil and monocyte recruitment. Furthermore, social disruption led to increased lung expression of the adhesion molecules P-selectin, E-selectin, and ICAM-1, which localize and recruit immune cells. These data support previous findings of an inflammatory environment induced by SDR. We demonstrate that this effect also occurs in the pulmonary milieu and in the absence of an inflammatory stimulus.
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Introduction
A stressor is defined as a threat or perceived threat against the body's homeostasis. The body reacts to stressors by activating conserved behavioral and physiological stress responses in an attempt to re-establish homeostasis. Changes in the environment such as temperature extremes, physiological difficulties such as injury or nutrient deficiency, perceived threats such as public speaking, and psychosocial burdens such as social subordination or loneliness are some example stressors (Avitsur et al., 2006) . Physiological and psychological stressors provide an important experimental approach to investigate the pathogenesis of the stress response and the multiple host factors that could alter the course of an infection or exacerbate underlying diseases.
An appropriate immune response is necessary to control and clear infectious agents from the host. Cells of the innate immune system, specifically phagocytes such as monocytes/macrophages and neutrophils, are the first line of defense against infectious agents (Dale et al., 2008) . Stress-induced immunosuppression of these cells, generally through glucocorticoids, can result in increased susceptibility to infection, increased disease severity, and the establishment of persistent infections (Atkinson et al., 1973; Cohen et al., 1998; Fauci et al., 1976; Rinehart et al., 1974 ). In contrast, the development of stress-induced glucocorticoid resistance in innate immune cells may prevent the control of inflammation in response to microorganisms or worsen tissue damage through excessive host inflammatory responses (Barnes and Adcock, 2009; Meduri and Yates, 2004; Quan et al., 2001) .
The social disruption (SDR) paradigm has been developed to investigate the effects of psychosocial challenges on the stress response in a murine model. During SDR, an aggressive, male intruder mouse is introduced into a cage of resident male mice with an established social hierarchy and subsequently disrupts the existing social environment by attacking and defeating the resident mice. This paradigm is repeated for six cycles to mimic a reoccurring stressor and induces a 2-fold increase in plasma corticosterone levels, indicating an activated stress response (Avitsur et al., 2001) . As opposed to other models of stress where increased levels of circulating glucocorticoids lead to suppression of immune function, mice subjected to SDR display enhanced inflammatory responses (Sheridan et al., 1998) . SDR is associated with increased cell mobility and myelopoiesis in the bone marrow, paralleled by an accumulation of neutrophils and monocytes in the circulation and the spleen (Engler et al., 2004) . Splenocytes taken from mice subjected
